The article by Thordardottir et al. in a recent issue of SLEEP reports on posttraumatic sleep disturbances in a unique cohort of avalanche survivors. 1 Their major findings of dream enactment behavior (DEB) in children and posttraumatic nightmares (PTN) in adults persisting 16 years after trauma provide further evidence for posttraumatic parasomnias. This is an understudied aspect of sleep, specifically how traumatic events incite sleep disorders.
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We commend the authors on their findings, but would characterize their findings as "trauma-related" as opposed to "PTSDrelated" sleep disturbances. In fact, the author's findings using the Posttraumatic Diagnostic Scale reported no difference in any of the age groups assessed in terms of meeting criteria for PTSD. The Pittsburgh Sleep Quality Index Addendum (PSQI-A) characterized the presence or absence of disruptive nocturnal behaviors (DNB), with survivors having significantly increased DEB and PTN compared to controls. While this instrument was originally developed to assess DNB in patients with PTSD, 2 we now recognize that it is likely a better measure of trauma-related sleep disturbances, rather than PTSD per se. Specifically, the PSQI-A questions regarding hot flashes, episodes of terror, and acting out dreams are indicative of a parasomnia incited by trauma which was not characterized when the instrument was developed. This is an important distinction in that trauma survivors can have exclusively nocturnal symptoms which may be inadequately recognized by both patients and clinicians, and thus, remain untreated. 3 The literature on trauma has primarily focused on PTSD, with nightmares and insomnia as symptoms of PTSD. It is our contention that trauma can incite sleep disorders, including insomnia, nightmares, and parasomnias without the comorbid diagnosis of PTSD. Regarding parasomnias, it is well recognized that PTN differ from idiopathic nightmares. Nightmare content in PTN frequently relates to prior trauma and there are associated symptoms that range from sympathetic activation with tachycardia, tachypnea, and night sweats to vocalizations and DEB. We previously reported four military personnel who presented with this constellation of clinical findings. 4 Their polysomnograms demonstrated variable amounts of REM without atonia (RWA) with one patient having a documented nightmare with DEB during REM. All of the patients had clinical improvement with prazosin. The onset of their symptoms after trauma, in association with sleep disruption and therapeutic response to prazosin, led us to propose trauma associated sleep disorder (TSD) as a novel parasomnia. In our cohort there were confounding factors to include 2 of the patients taking selective serotonin reuptake inhibitors (SSRI), a medication class associated with RWA, but not necessarily DNB. 5 How DNB develops following trauma is of substantial import. Thordardottir years could substantially alter REM sleep, resulting in absence of REM atonia. This could explain the DEB in the young cohort. However, the trauma exposed adults had significantly more memories/nightmares of trauma but not DEB compared to controls. Previous reports of adults with findings consistent with TSD had trauma combined with sleep deprivation/disruption (maritime disaster survivors/soldiers), which likely incited their parasomnia. 6, 7 As the adults in the study likely had normal sleep prior to the avalanche, they lacked this precipitating factor. Thus, in adults we hypothesize that sleep disruption/deprivation plus trauma are required to develop PTN and sympathetic activation that overwhelms REM atonia resulting in DEB. It would be ideal to know if any of these young survivors manifest neurodegenerative disorders or were concurrently taking SSRI, both of which could otherwise cause or contribute to RWA. If there was no difference in the survivors compared to controls, this would support the concept that RWA in trauma survivors could develop from hyperarousal and sympathetic overdrive, a neurobiologic mechanism which differs from the neurodegeneration underlying RWA in REM sleep behavior disorder.
The deleterious acute and chronic impacts of traumatic experiences are increasingly recognized. A systematic approach to evaluating the onset and development of acute sleep disturbances and sleep disorders following trauma is required. In addition, the constellation of sleep disturbances developing after trauma must be differentiated from symptoms of PTSD and recognized as a unique parasomnia. The extent to which currently available pharmacological and behavioral sleep treatments can adequately restore restful, consolidated sleep in the context of trauma-related sleep disturbances in both children and adults remains to be empirically determined. 
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